Introduction
Steroid receptors are members of a family of nuclear hormone receptors that function as transcrip¬ tion factors to regulate gene activity. The family also includes receptors for thyroid hormone, a number of vitamins and several others whose ligands have yet to be identified (Evans, 1988; Ham & Parker, 1989) . Following hormone binding to form a hormone-receptor complex, they interact with regulatory DNA sequences termed hormone-response elements. These can either stimulate promoter activity by acting as transcriptional enhancers, or repress transcription, probably by interfering with the activity of other promoter elements. Hormone-response elements contain inverted repeat sequences and to date correspond to one of two classes. The sequence TGTTCT appears to mediate the response of glucocorticoids (Scheidereit et ai, 1986) , progestagens (Strähle et ai, 1987) and androgens (Ham et ai, 1988) abolish oestrogen binding, it is proposed that Region E may form a hydrophobic pocket in which only a small number of discrete residues contribute directly to ligand binding (Kumar et ai, 1986) .
DNA binding domain
Deletion mutants indicate that residues 121-315 of the mouse oestrogen receptor are sufficient for DNA binding (Lees et ai, 1989) . It is likely that the structure of the DNA-binding domain consists of two 'finger' structures generated by the co-ordination of zinc ions by cysteine and histidine residues (Freedman et ai, 1988 ). These two 'fingers' are responsible for target gene specificity and the most critical amino acids appear to be three residues at the base of the first 'finger' (Mader et ai, 1989) . When the receptors are compared (Fig. 2) it can be seen that the three residues glycine, serine and valine are conserved in the receptors for glucocorticoids, progestagens, mineralocorticoids and androgens, while the glutamic acid, glycine and alanine/glycine residues are conserved in the recep¬ tors for oestrogens, thyroid hormone, retinoic acid and vitamin D. Thus these two sets of three amino acids must play a key role in discriminatirfg between TGTTCT and TGACC in the response elements.
Transcriptional activation
The ability of deletion mutants to stimulate transcription depends on the target promoter. There appear to be at least two domains responsible for this function within the mouse oestrogen receptor (Lees et ai, 1989) . The major domain resides in Region E, near the C-terminus, and depends on oestrogen binding for its activity. The second domain resides near the N-terminus and is ligand 
